In order to determine the role of the coupling interval of a premature ventricular contraction (PVC) in the development of paroxysmal ventricular tachycardia (PVT) 
The QRS configuration of all isolated PVCs not initiating PVT was similar in 4% of the 27 patients with PVT and in 20% of the 25 patients without PVT. The episodes of PVT had similar QRS configuration in 63% of the 27 patients with PVT and different QRS configuration in the remaining 27% of these patients. The PVC initiating PVT had a QRS configuration different from that during the arrhythmia in only 3% of all episodes of PVT observed in 27 patients.
Of all the episodes of PVT observed, 50% of these occurred within the first 6 hours of starting each recording. Twenty-nine percent of the episodes occurred during the second 6 hours, 13% during the third 6 hours and 8% during the last 6 hours of the 24-hour recording. The isolated PVCs in patients with and without PVT were predominantly noted during the initial 12 hours of the recording. However, an accurate breakdown of the times of occurrence of each of these isolated PVCs could not be obtained. The heart rates immediately preceding each episode of PVT are shown in figure 1 . Of all the episodes of PVT observed, 15% of these episodes occurred at sinus rates below 60 beats/min. Sixty-seven percent of the episodes of PVT occurred at sinus rates between 60 and 100 beats/min. The remaining 18% of the episodes of PVT occurred at preceding sinus rates in excess of 100 beats/min.
The mean heart rate immediately preceding all episodes of PVT (in the 27 patients with PVT) varied between 60 and 105 beats/min with an over-all mean preceding heart rate for this group of 80 ± 13 beats/min. The mean heart rate of the 25 patients without PVT was essentially similar, ranging between 53 and 105 beats/min with an over-all mean heart rate of 76 ± 16 beats/min.
Inferior myocardial infarction was present in 55% of the patients with PVT. Forty-five percent of these same patients had anterior myocardial infarction. Fifty-six percent of the patients without PVT had inferior myocardial infarction, while 44% of these same patients had anterior myocardial infarction.
During the period of recording, lidocaine was given to 40% of the patients with PVT and 24% of the patients without PVT, procaine amide was given to 7% of the patients with PVT and 4% of the patients without PVT, and digoxin was given to 11% of the patients with PVT and 4% of the patients without PVT. None of the patients in either group received quinidine, propranolol, or diphenylhydantoin during the recordings.
The average age of the 27 patients with documented PVT was 55 years with a range of 42 to 73 years. The average age of the 25 patients without Figure 1 The distribution of heart rates preceding episodes of paroxysmal ventricular tachycardia.
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The in-hospital mortality rate for the 52 patients on the study was 9.6%. Two of these were sudden deaths during the third post myocardial infarction week. Two more patients died in cardiogenic shock following extension or re-infarction, again during the third post myocardial infarction week. No autopsies were obtained on these four patients. The other patient who died in the hospital had autopsy proven cardiac rupture which occurred on the twelfth post myocardial infarction day. Two more late deaths occurred among the 47 survivors making the total mortality for this group 13.5%. Four out of the seven deaths were patients who had PVT during the tape recordings made during the coronary care unit stay.
Discussion
While the results of this study vary considerably from previous concepts as to the role of the coupling interval of PVCs and AIVR in the genesis of PVT in acute myocardial infarction, our results confirmed previous reports6, 7where the frequency of PVCs and coupled PVCs were associated with an increased incidence of ventricular tachyarrhythmia.
In the present study, PVCs with short coupling intervals were infrequently associated with PVT, only 12% of the PVCs initiating PVT having a prematurity index of less than one. Similar findings have been reported by Bleifer and others8 in a study of ambulatory patients with known ischemic heart disease. These investigators have reported that the R on T phenomenon by itself did not produce ventricular tachycardia in their patients. Kleiger et al.9 also recently reported that only one episode of PVT was initiated by an early PVC out of 19 separate episodes of PVT noted in patients in the late recovery phase of acute myocardial infarction. This latter study was carried out two weeks to 18 months post myocardial infarction on 141 patients. In the study reported by Moss The effect of varying heart rates on the incidence of ventricular tachyarrhythmia in acute myocardial infarction is yet unclear. The results of this study show that while the great majority of the episodes of PVT occurred during sinus rates ranging from 60 to 100 beats/min, 15% of the episodes occurred at rates below 60 beats/min, while 18% of them occurred at rates in excess of 100 beats/min.
The results of our study also demonstrate that AIVR and PVT frequently co-exist in the same patient in the presence of acute myocardial infarction. Such coexistence of these two forms of arrhythmia have been reported to be uncommon." These conclusions emphasize the need for close observation of patients demonstrating AIVR during the course of an acute myocardial infarction for more serious forms of ventricular arrhythmia.
In the present study, the location of the infarct did not appear to be a significant factor in the predisposition to ventricular tachycardia. The incidence of anterior infarction was almost identical in the patients with and without PVT. There was also no significant difference in the average age of the patients with and without PVT in the present study.
A review of the drug therapy administered to the patients during the recordings reveals that there was no significant difference in the number of patients receiving digoxin, procaine amide, and lidocaine in the two groups of patients with and without PVT. This suggests that drug regimen used during the recordings did not appear to be a factor in the production of the PVT observed in these patients.
The reported incidence of PVT in acute myocardial infarction varies considerably in the literature. These figures are affected by the definition of PVT used and the method used to compile the data. Lown et al. '2 reported a 28% incidence of PVT in 300 consecutive cases of acute myocardial infarction. Mounsey13 reported a 5% incidence of PVT in 103 consecutive acute myocardial infarction patients. In our small group of patients, a 52% incidence of PVT was observed during the initial stages of acute myocardial infarction. This increased incidence is related to two factors: (a) the more accurate method of data collection used, that is, continuous recording of rhythm on electromagnetic tape as opposed to the relatively inaccurate conventional coronary care unit monitoring,'4 and (b) the selection of patients in the initial stages of myocardial infarction.
In conclusion, the present study suggests that while the coupling interval of a PVC has relatively poor predictive value in the development of PVT, (1) the frequency of PVCs, (2) coupled PVCs, and (3) AIVR were found to be associated with a significantly increased incidence of PVT in acute myocardial infarction.
